Dr N F Coghill (West Middlesex Hospital, Isleworth, Middlesex) asked if there was abdominal pain. In an earlier patient this had been a notable feature, as may happen. In that case autopsy had shown mucosal and submucosal hxmorrhages in the small intestine. Dr McAllen replied that the patient had occasional mild indigestion only. Dr A Mitchell (Charing Cross Hospital (Fulham), London W6 8RF) said that blood transfusion, which was dangerous and particularly so in patients suffering from paroxysmal nocturnal hemoglobinuria, was being used to correct the iron deficiency and to maintain the haemoglobin concentration in preference to oral iron because the latter was considered to aggravate the condition; he asked what was the evidence for this, and also whether there was any other dietary modification which was considered to worsen, or to improve, the clinical state of such patients. Dr P D Roberts replied that the patient was transfused when he became clinically unwell due to progressive hemolytic anemia; he could tell when his hemoglobin had fallen to a level requiring transfusion. Following transfusion he was clinically well. Exacerbaof hemolysis due to iron therapy had often been reported in paroxysmal nocturnal hzemoglobinuria (J V Dacie, 1967, The Hemolytic Anmeias, 2nd edn. Churchill, London; p 1136) . Regarding the influence of diet: as in other forms of chronic hemolytic anxmia, folic acid deficiency might develop; repeated serum and red cell folate assays were normal in this patient. Dr F E Loewy wondered whether the patient had a positive Wassermann reaction and whether there was cause to believe that this reaction was spurious. Unspecific positive tests for syphilis appeared to be frequent in cases of paroxysmal hxmoglobinuria. Dr McAllen replied that the patient had a positive Wassermann reaction at the time of diagnosis. There was no clinical evidence of syphilis.
Optic Neuritis as a Complication of Carcinoma of the Breast Peter Rudge BSC MRCP (The National Hospital, Queen Square, London WCIN3BG) Miss B K, aged 49 History: The patient presented in November 1970 with a four-day history of visual impairment, greater on the right than on the left, associated with some discomfort and watering of the right eye. There was no significant past or family history. Her visual acuity was 6/60 on the right and 6/9 on the left, and she had bilateral macular oedema and a mild anterior uveitis. She was treated with systemic and local steroids as an outpatient. Over the next week her vision deteriorated in the left eye and she was admitted for further assessment after the steroid dosage had been reduced.
On examination: Sixteen days after the onset of her illness the visual acuity of both eyes was 6/24 corrected, and there were large bilateral central scotomata to a 1:2000 white object. There was bilateral papilloedema and macular cedema ( Fig  IA) but no other neurological signs. On general examination there was a hard mass palpable in the right breast which, at operation twenty-nine days after the onset of the illness, proved to be a spheroidal cell carcinoma. Inivestigations: CSF: normal pressure, lymphos. 200/mm3, no malignant cells, protein 60 mg/ 100 ml, glucose 75 mg/100 ml, Wassermann reaction negative. Chest and skull X-ray, EEG and brain scan normal. Kveim test and blood Wassermann reaction negative. Progress: There was a dramatic improvement in the visual acuity following the operation and after one month it was 6/6 bilaterally. She had normal colour vision. The prednisone was reduced to 10 mg daily and has been continued since. By March 1971 the disc swelling had completely subsided but there was bilateral macular pigmentation ( Fig 1B) . A repeat examination of the CSF in July 1971 was entirely normal. Subsequently the anterior uveitis has fluctuated but the visual acuity and fundi have remained unchanged. In July 1972 a secondary deposit was noted over the right clavicle and a bilateral oophorectomy was performed.
Comment
The patient suffers from a uveomeningitic syndrome associated with carcinoma of the breast. Such a combination has not, to my knowledge, previously been described and it is tempting to suggest a causal relationship between the two. To prove such a relationship would require the neurological condition to follow the same course as the neoplastic one but the absence of this does not disprove it. Although the patient did make a dramatic recovery following the removal of the carcinoma the picture is complicated by the administration of steroids. Further, she did not relapse when a secondary deposit appeared.
Optic neuritis is well described as a metastatic manifestation of neoplasia when there is infiltration of the nerve and its sheath (Katz et al. 1961 ) but non-metastatic optic neuritis is extremely rare. The report of de Kleijn & Gerlach (1914) has been cited as an example of a remote effect of carcinoma on the visual system (Walsh & Hoyt 1969) but in fact this patient had a sphenoid wing meningioma at post-mortem. Similarly, the cases of Birch-Hirschfeld (1907) mentioned by Duke-Elder (1971) 1971) . The alternative hypothesis is that the patient has two unrelated conditions namely a uveomeningitic syndrome and carcinoma of the broast. Thus sarcoidosis could cause the CSF pleocytosis, but the retinitis is unlike that seen in this condition, macular involvement and papillitis being rare (Geeraets et a!. 1962) , and there was no other evidence of sarcoid on chest X-ray or lymph node biopsy. The Vogt-Koyanagi-Harada syndrome can produce a picture very similar to that in this patient but it would be unusual for the skin, hair and eighth nerve function all to be completely normal after two years (Cowper 1951) . Similarly, it is difficult to sustain a diagnosis of Behget's disease in the absence of mucocutaneous manifestations after such an interval. It would thus seem unlikely that this patient suffers from any of these syndromes. That her neurological condition is related to the neoplasm is the most plausible hypothesis.
Gluten-sensitive Dermatitis Herpetiformis P P Seah MB MRCP (Department ofDermatology, St Mary's Hospital, London W2) and J S Stewart MD MRCP (West Middlesex Hospital, Isleworth, Middlesex) Mrs P P, aged 39 History: She was admitted to the West Middlesex Hospital in March 1960 aged 26 (Dr N F Coghill) with 8 years recurrent colicky abdominal pain and one or two loose, pale, offensive stools per day. Three episodes of unexplained anemia. Fair appetite, steady weight, no vomiting. No history of childhood coeliac disease but one year previously had been thought on clinical grounds elsewhere to have coeliac disease for which she had been tried on a brief partial gluten-free diet without benefit. No drugs, chest or skin trouble or abdominal operations and never in tropics. No physical signs except that she appeared anemic.
Investigations: March 1960: Hb 8.2 g/100 ml; hypochromasia. Sternal marrow moderately megaloblastic, no iron stores; still megaloblastic following trial of vitamin B12 to confirm folate deficiency (folate assays not then available). Folic acid absorption 4:18:47 ng/ml after oral dose following 'saturation' (normal peak rise >40 ng/ml). Plasma calcium 9.2 mg/100 ml, alkaline phosphatase 23 K-A units/100 ml, albumin 4.0 g/100 ml, globulin 2.7 g/100 ml. Xylose excretion 2.8 g in 5 hours following 25 g oral dose (normal >5 g). Glucose tolerance test 64:68:88:
